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Post myocardial infarction left ventricular dysfunction e
Assessment and follow up of patients undergoing surgical
ventricular restoration by the endoventricular patchplastyAuthors of this important article by D’Mello et al, have nicely
presented a prospective study of clinical and echocardio-
graphic follow up of Left Ventricular (LV) geometry of 59
consecutive patients with previous transmural anterior
myocardial infarction, who underwent LV restoration, ana-
lyzed between June 2007 and May 2008.1 The authors are to be
complemented for this important series which showed
excellent immediate and short-term results following LV
restoration surgery. The results show a progressive remodel-
ing after ventricular reconstruction mainly by excluding the
scar area. Volume reduction is more important than the post
surgical shape of the ventricle.
The study was done before the MRI era; and hence the
images of the scar are not demonstrated in the study.2,3
Analysis of the precise mechanism of remodeling is perhaps
not possible without MRI. Distinction between dyskinetic and
akinetic forms of the scar are not clearly brought out; it is
usually transmural with dyskinesia and subendocardial with
akinesia. The size of a synergy and its extension determine
the extent of remodeling.4,5 It is surprising that these 59
patients were not severe cases of ischemic failing ventricle, as
the mean ejection fraction was 33.5  5%, preoperative end
diastolic volume index 89.7  6 and end systolic volume index
48.8  11.3 which are below the threshold of very severe car-
diac failure. White et al have given a figure of >60 ml of end
systolic volume index as the major determinant of survival
after recovery from myocardial infarction.6
This work is indeed of great interest and I hope the
authors with their experience will present more severe cases
showing a positive interest in LV reconstruction and thereby
demonstrating that the S.T.I.C.H trial was a miss organized
trial.7 The global approach of heart failure by Buckberg can-
not be accepted; it is apparent that Buckberg is a prisoner of
his “flying fancies” trying to establish something without any
serious base.7 The myocardial systolic contraction is a “twist
up” like a “snake” ascension. The crux of the problem of
systolic heart failure is the ventricular spherical dilatation
whatever be the anatomic substrate. The surgical ventricular
restoration (S.V.R) or surgical anterior ventricular restoration
(S.A.V.R) are acronyms in place of left ventricular recon-
struction (L.V.R.) because this technique is applied most oftime only for anterior LV wall, with the objective of “volume
reduction” and to get an elliptical shape of LV.
Finally, I would like to emphasize the following points:
Ventricular wall has a systolic concentric (centripetal
contraction) confirmed by MRI video examination of left
ventricular wall in 4 projections.8 Heart failure is not an entity
but a syndrome with various causes; in post myocardial
infarction failure, the cause is an extension of the necrotic,
then fibrous and finally calcified transmural or subendocardial
scar, when it reaches ¼ or <30% of LV perimeter. The dilata-
tion is not the cause, but the consequence; dilatation is more
ovoid than spherical. LVR as proposed by as in 1984, have
thesemain goals: to suppress or exclude the scarred asynergic
wall, to abolish the mechanism of progressive dilatation i.e.
the eccentric systolic motion, restoring the curvature of non-
infarcted myocardium and maintain the physiological dia-
stolic volume of the rebuilt cavity by balloon sizing before
“clothing” of the cavity by a patch anchored on contractile
edge of normal myocardium.9
In conclusion, this article by D’Mello et al demonstrates
and emphasizes the modern approach toward post myo-
cardial infarction heart failure which is a very prevalent dis-
ease encountered in day to day clinical practice.r e f e r e n c e s
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E-mail address: drmarg20@gmail.comAn unusual etiology of Kounis syndrome; warble flyDear Editor
We would like to report a case of Kounis syndrome which
we diagnosed recently. Kounis syndrome is defined as the
coexistence of acute coronary syndrome with allergic reac-
tion.1 Kounis and Zavras described the condition as allergic
angina syndrome on 1991.1 Braunwald suggested that his-
tamines and leukotriens may cause coronary spasm.2 Drugs
(eg: antibiotics, analgesics, contrast agents etc.), foods, bee
sting and latex exposure are among the pathogenic
insults.3e5 Three types have been described for now. In type
1 Kounis syndrome, patients have normal coronary arteries
and they have no coronary risk factors. In type 2, there is
underlying coronary artery disease. In type 3, stent throm-
bosis is the main pathologic condition. In this report we
presented a patient who developed type 2 Kounis syndrome
after warble fly bite (Hypoderma lineatum).6Fifty-nine years old patient developed dyspnea, nausea
and chest pain after warble fly (H. lineatum) bite. He was
admitted to another center with these complaints. By the
diagnosis of allergic reaction intravenous steroid and anti-
histaminic treatment were given to patient. Although the
dyspnea was diminished after treatment, chest pain per-
sisted. The ECG revealed ST segment elevation in anterior
leads. The patient was referred to our clinic with diagnosis of
acute anterior myocardial infarction. After admission of
patient, coronary angiography was performed which dem-
onstrated critical lesion at left anterior descending artery
(Fig. 1). Successful stent deployment was performedwith TIMI
3 antegrade flow. There was no any problem on first month
visit.
Etiology of Kounis syndrome involves many pathogenic
insults andwe presented an unusual case of Kounis syndrome
due to warble fly (H. lineatum) bite. Warble flies generally live
on cattles as a parasite and thus they are generally seen in
rural areas. Beside showing warble fly as pathogenic insult in
Kounis syndrome, this case is also important to emphasize
the importance of an ECG in a patient with allergic symptoms,
especially in whom anginal symptoms are present.r e f e r e n c e s
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